sensation. She was treated with oral acyclovir and prednisolone and was referred for physiotherapy. On day 3 of the illness, she developed difficulty in getting up from the squatting position. Examination revealed bilateral weakness of lower limbs (Grade 3) with absent ankle jerks along with the left sided lower motor neuron facial nerve palsy noted three days back. No sensory deficits were noted. During the next 24 hours, weakness progressed to involve both upper limbs and the right facial nerve (House-Brackmann grade III). External ophthalmoplegia was not noted. Nerve conduction study done on the 4 th day gave the following results as shown in Table 1 . 
Discussion
GBS is an acute immune-mediated polyneuropathy with strong associations with antecedent infections. Several variant forms of GBS have been described, including acute inflammatory demyelinating polyneuropathy, acute motor axonal neuropathy, acute motor-sensory axonal neuropathy, and sensory GBS 2 . Bilateral facial nerve palsy is the most common pattern of cranial nerve involvement in GBS 3 . Unilateral facial paralysis is a common clinical entity where the majority are due to idiopathic or Bell's palsy 4 . However, unilateral facial palsy, although uncommon, can be seen in GBS 5, 6 . Unilateral facial palsy as the presenting feature of GBS has been found in 2 previous case reports 6 .
In the first case, a previously well 5 year old girl presented with acute bifrontal headache and isolated left lower motor neuron facial nerve palsy following a one week history of mild coryzal symptoms 6 . Initial assessment revealed a persistently elevated blood pressure (BP) of 130/100 mmHg. Cardiovascular examination revealed a normal heart, equal upper and lower limb pulses and no decrease in lower limb BP. Cranial nerve examination revealed a left lower motor neuron seventh nerve palsy. Fundoscopy, other cranial nerves and motor system examinations were normal. Her BP was slowly lowered to the 90th percentile for age and gender with small doses of nifedipine. Over the next 48 hours she developed features of GBS with typical CSF findings. A diagnosis of GBS with secondary hypertension was made. Intravenous immunoglobulin was given (total dose of 2 g/kg) on days 3 and 4 from presentation, with a resultant halt in the progression of neurological disease. Peripheral nerve conduction studies on day 5 confirmed a demyelinating polyradiculoneuropathy 6 .
In the second case, a 3 year old girl presented with an acute left lower motor neuron facial nerve palsy 6 . She had been in good health apart from having a coryzal illness, 1 month previously. Her BP was elevated at 126/110 mmHg. As well as the left facial palsy, she manifested gait ataxia, proximal weakness and absent lower limb deep tendon reflexes. CSF showed cytoalbuminological dissociation and nerve conduction studies demonstrated a demyelinating polyneuropathy consistent with GBS. Intravenous immunoglobulin (total dose of 2 g/kg) was administered over 2 days with subsequent clinical improvement. BP control was achieved with nifedipine and clonidine.
